A 46-year-old housekeeper with chronic myocarditis and congestive heart failure showed a dramatic response to a trial therapy employing the angiotensin-II receptor antagonist, TCV-116. On admission, her CPK was elevated and chest x-ray revealed huge cardiomegaly. The left ventricular (LV) chamber was markedly dilated, and the wall motion was reduced as assessed by echocardiography.
Introduction
In recent studies, myocardial necrosis has been shown to be suppressed by either angio tensin converting enzyme (ACE) inhibitors or (Takeda Chemical Industries, Ltd.) , given after informed patient consent and approval by the study committee, the positive uptake could be eliminated completely4).
Case Report
The patient was a female, 46-year-old Japanese housekeeper. She had been an out patient at our hospital, however due to the sudden occurrence of exertional dyspnea fol lowing a common cold, she was admitted. On admission, her chest x-ray demonstrated car diomegaly with a cardio-thoracic ratio (CTR) of 0.72 and bilateral pleural effusion. Serum CPK and CPK-MB were elevated to 1426 ue<6) IU/L, respectively. During her first admission, she received basic treatment for heart failure therapy (oral 40 mg furosemide and 0.125 mg digoxin) and CTR was decreased to 0.55. However after discharge she was hospitalized several times due to the repetitive occurrence of congestive heart failure. Every heart failure was associated with a mild epi sode of CPK-MB elevation. Two weeks prior to be last admission, the attacks of paroxysmal nocturnal dyspnea occurred again and she was hospitalized for the 6th time.
On admission, her CPK and CPK-MB were elevated to 1024 and 42 IU/L, respectively. The chest x-ray revealed severe cardiomegaly (CTR=0.65) . A dilated left ventricular (LV) chamber (68mm) was noted on two-dimen sional echocardiography and hypokinesis was found in all segments of the heart (Fig. 1 A) . The LV volumes were markedly increased (126 ml/m2 was the end-diastolic volume index).
Coronary arteries were normal ( Because of the repetitive occurrence of con gestive heart failure, she was given an angiotensin-II receptor antagonist (TCV-116) for 9 weeks (0.5 mg/day for 2 weeks, 1mg/day for 2 weeks and 2 mg/day for the last 5 weeks) .
The positive Tc-PYP myocardial scintigraphic figure was eliminated completely (Fig . 1C) .
Her LV wall motion was improved in linkage with the change (Fig. 1C) . Abstinence of this antagonist provoked recurrence of positive Tc PYP staining in the same region and also ag gravated her congestive heart failure ( Fig. 1D) .
Discussion
The present patient developed congestive heart failure following a common cold . Even in the first consultation, ST-T change on ECG , elevation of serum CPK-MB, cardiomegaly on chest x-ray and LV dysfunction were indicated .
Probably because of the repetitive occurrence of congestive heart failure and CPK-MB eleva tions associated with their episodes , the acute myocarditis might have been "smoldering" from the initial attack and transformed into the chronic type. Currently, "chronic myocarditis" has been discussed as a prevailing concept , but the clinical entity has remained undefined . This 
